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13337612 BIOSIS NO.: 200100544761 

Genoiae-wide scan for age at onset °f ^^^f ^'J^^. g^.n g W; Scott W K(a); 
AUTHOR: Li Y{a); launders AM a), Roses A D( , ^^^^ ^ ^. Pericak-Vance M 
Conneally P M; Vance J M(a), Gilbert J j , 

A(a) „ r^r^ot-irq Duke Univ Medical Ctr, Durham, NC** 

AUTHOR ADDRESS: (a)Ctr Human Genetics, Duke uni 

USA , , u„™=n rpnetics 69 (4 Supplement) :p2 00 

JOURNAL: American Journal of Human Genetics 

October, 2001 

MEDIUM: print annn;,! Meetinq of the American Society of Human 

S:;eSS''srofe^;/ifliXria,Tsr"?cto.er 12-16, 2001 

ISSN: 0002-9297 
RECORD TYPE: Citation 
LANGUAGE: English 
SUMMARY LANGUAGE: English 

4/7/10 (Item 10 from file: 5) 

DIALOG (R) File 5:Biosis Previews (R) 
(c) 2002 BIOSIS. All rts . reserv. 

^jre'scan^Sf L^o°d-pfe°^s°?rtS"Dutch dyslipidemic families reveals 

linkage to a locus on . ^^i, ^ ^. oominguez K Michelle; Cheng Li 

AUTHOR: Allayee Hooma- ^^^^--^^3: ,,,,, , Keulen Eric T P; Aouxzerat 

I'radley'E; Lusis Aldons ^'^ f "^^f.^^^L^lc , Cedars-Sinai Medical 
AUTHOR ADDRESS: (a) Division of ^^f^^^^J^^^'^^,' 90048 : 
Center, 8700 W Beverly Blvd, Los Angeies, ^ , 

jrotter@xchg.peds.csmc.edu**USA ^ ^ ^^^^ 2001 

JOURNAL: Hypertension (Baltimore) 38 (4).p//J 
MEDIUM: print 
ISSN: 0194-911X 
DOCUMENT TYPE: Article 
RECORD TYPE: Abstract 
LANGUAGE: English 
SUMMARY LANGUAGE: English 

abstract: Genes contributing to common forms of ^VP^f.-^L^rave^r^e^eLed 
unknown. A number of studies ^^^^^^^''dyslipidemia, and elevated 
associations between msulm ^^^J^J^^ting to blood pressure (BP) 
hypertension. To identify g^^^^.^^^^^J^^a^J^dyslipidemia, we conducted a 
variation associated -fj^^f ^^^^f JJ^'ou^ch families exhibiting the 
— ri tZ-so^dL^LiuL combined h lipidemia. Our results 

Tigrik^arrod-cSnr;- t^^^i^^ ^i^.^'^ 

locus also appears to influence Pl^^^^/J^^^^^, ?he lod score for 
'^r^c'Bp1"crea2r 6 °wh:?:ar?hr?^^^ ^core.for free fatty acid 

l^fefs^dif norcrangl The ~o.e J locus co^ ^^^^ 
an attractive candidate gene alpha adducin populations. However, 

with altered BP^n animal studies and in ^^^^^ ^ intragenic 
we found no evidence for an ^^sociati sample. We also 

alpha-adducin polymorphisms systolic BP diastolic BP to the 

observed suggestive evidence for l^f lf l^'^Q supporting a 
lipoprotein lipase gene locus on chromosome bp, PP^^^ population, 
finding previously observed ^.^^^^^P^^J^^^^deS for linkage of systolic 
in addition, we also obtained suggestive eviae ^ 
BP (lod=2.4) and plasma ^PolWOtein B levels^ ( ^^^^^ ^^^^ 

StrsSroS"- rxTsrerce^S;m;;tip5e\enetlc factors that can 



influence both BP and plasma lipid parameters. 

4/7/12 (Item 12 from file: 5) 

DIALOG (R) File 5:Biosis Previews (R) 
(c) 2002 BIOSIS. All rts. reserv. 

disease in Finland. Thnmnson D; Easton D; Pirskanen M{a); 

.uiS^R address: (a)Oepartment^of — Kuopio University and 

university Hospital, Kuopio**Finland ^001 
JOURNAL: Society for Neuroscience Abstracts 

MEDIUM: print , ^ ■ t-hP Society for Neuroscience 

CONFERENCE/MEETING: 31st Annual ^^^f/^^ 'foOl 

San Diego, California, USA November 10 15, 20U1 

ISSN: 0190-5295 

RECORD TYPE: Abstract 

LANGUAGE: English 

SUMMARY LANGUAGE: English 

abstract: in order to find novel susceptibiUty ^e-s^f or^late^onset 
Alzheimer's dxsease ^^^^^^^^Jequilibriu^ (LD) mapping. To avoid 

genome-wide search using ^^^f f ^^^^^ AD patients and 51 age 
population stratification, t^.jf ^ °33f f^^m the same geographical area 
^matched -ntrols were carefully ch^^^^^^^ f--^^.^^ ^.^^ 3,, p.^^orphic 

-.1Srrangfof°"05>P>0.001. Subsequent 
associated with AD with P-values in th -nge of . 

comparison of single allele frequencies presence of risk 

markers in the AD and control 9^°^?^^^;^;'=^^ ^^^^s ratios >1) • In 

alleles displaying ^^g^^^^ive association wit , frequencies of 

addition, certain markers revealed ^^gnificant y suggesting a 

particular alleles in the fg^°^Pf^;i^j3f against the development of 
'protective eff-t conferred b the e^alleles^aga^^^ ^^^^ ^^^^^^^^^^ 

ftD (odds ratios <1 . ■ chromosomal loci in 

:;S:-or.rLS"-Srfa;rn'oo^ no^.^ s„soeptlMUt. „„es 



for late onset AD. 



A/1/13 (Item 13 from file: 5) 

DIALOG (R) File 5:Biosis Previews (R) 

(c) 2002 BIOSIS. All rts. reserv. ^ 
C; Barrett Jeffrey; Shea-Drinkwater ua 

Nicoli Julie; Benson Erica; Kunkel ^^^^3 Medical Institute, 

AUTHOR address: (a) Genetics Division Howard^^^^^^ ^^^^^^^^ ^^^^^^^ 

Children's Hospital and Harvard . edu**USA 

Boston, MA, 02115: -P^-^^J^Jji^^f^Sy ^f Sciences of the United 
S"a?ef ;f'i:eri^r^?Bll^BnplSr0?-f05JrAugLt 2B, 2001 

MEDIUM: print 
ISSN: 0027-8424 



DOCUMENT TYPE: Article 
RECORD TYPE: Abstract 
LANGUAGE: English 
SUMMARY LANGUAGE: English 



substantial evidence s.g»ts t- fa.ilial a,^ 

l^"?er^/£cr?•I phe'Sy?: suSests that a genetic etiology »,y be an 
SpSan? component. Previous attempts at localizing locx 
predisposing for exceptional longevity have been limited to 
^LociStion'stndies Of candidate gene po^or^^ 

l?r"d" du:^rb:^on ing ^rfsf^iL Lps demonstrating exceptional 
longevity. By using nonparamettic 

'°SLs'S1%r%-r'044r'TS"»"s!s\ s =:rro"or:«S by a parametric 
" f isil These linkage results indicate the likelihood that 

—a^o SHhtf rn-^^^^^^^^^ 
aging process. 

MHYl (Item 17 from file: 5) 

DIALOG(R)File 5:Biosis Previews(R) 
(c) 2002 BIOSIS. All rts. reserv. 

i':ii^Rp^n RTOSTS NO.: 200100343009 ^ . ^^^^ 

with risk of coronary heart disease. Robert E; Turner Stephen T 

AUTHOR: Klos Kathy L; Kardia Sharon L R, Ferreii KODert e,, 

csing@umich.edu* *USA ^ .r^oo.ni ::>r- Ri nl oav 21 (6):p971-978 

JOURNAL: Arteriosclerosis Thrombosis and Vascular Biology -P 

June, 2001 
MEDIUM: print 
ISSN: 1079-5642 
DOCUMENT TYPE: Article 
RECORD TYPE: Abstract 
LANGUAGE: English 
SUMMARY LANGUAGE: English 

AR^TRACT- Results of genome-wide linkage analyses to identify chromosomal 

apolUopritein A-II, apolipoprotein B ^P°l^P°P^f ^I^^^tio and the 
locf on 14?4 individuals distributed among 232 multigeneration 

.e 

SaTned bf uSng J^ria^ce-component method of linkage analyses. No 

:fidence o'f ^inklge with genes influencing variation xn age served 
a neaative control. Plasma apolipoprotein E levels and tne 



4/7/21 (Item 21 from file: 5) 

DIALOG (R) File 5:Biosis Previews (R) 
(c) 2002 BIOSIS. All rts. reserv. 

Khan Research Laboratories, 25 Mauve Area, Islamabad. 

sqmehdi@ish . comsats . net .pk--Pakistan 
JOURNAL: lOVS 42 (7 ) :pl436-1438 June, 2001 
MEDIUM: print 
DOCUMENT TYPE: Article 
RECORD TYPE: Abstract 
LANGUAGE : Engl i sh 
SUMMARY LANGUAGE: English 

abstract: Purpose. To map the '^i^-'^^'^^l^Z,', llllllltTrlTinitU 
°°"""?"srr.rRP?'"^ra£ :S n Svrdurirhad"3»e„t,ry retinopathy 

Publishing Ltd , Oxford, UK). y ^.^^^^ sequencing for 

and chloride channel 3 (CLCN3) were ^t/^l ^ ^ mapped to 
mutations. Results. A new locus for arRP '^^29) has been mapp 
ohrnmnsome 4a32-q34 . A maximum two-point LOD score or j. o wa 
chromosome ^q^^q recombination. Two recombination 

"as obserted bewear, the loci D4S3035 ahd D4S2417, gi""^ » 

Tr^bfble disease if "-l,"^,^ ^^.^^rSrdi^eJI^-aSlocLtS Mutations. 

candidate genes, M6a and ^L^NS, reveaiea no a to a new 

^:r:r?i trf ^ut^ir^^nf StSn ?jf ,s?°,3^chr„Lso.ai 

region . 

4/7/38 (Item 38 from file: 5) 

DIALOG (R) File 5:Biosis Previews (R) 
(c) 2002 BIOSIS. All rts. reserv. 

i^^^fi°?ion'JSierthe'^;?S°^lS;oin ,ene and hypertension in the HvperC^ 

^^^^^^^'^^ Srhn-H^'-oSaf Xr?; Ciiison P 
SiSsrS^iss Gerardo,- ."-^f » f,SJSt5is"'i shT^, ofSniversit, School 

^"s^=Ud?%ai^f ro;?srMi,"63no2.usA 



JOURNAL: American Journal of Hypertension 13 (6 Part 1) :p710-718 June, 
2000 

MEDIUM: print 
ISSN: 0895-7061 
DOCUMENT TYPE: Article 
RECORD TYPE: Abstract 
LANGUAGE: English 
SUMMARY LANGUAGE: English 

ABSTRACT- This report from the HyperGEN Study, one of four networks 
n^Sicioatina in the NHLBI-sponsored Family Blood Pressure Program 

VI) criteria for hypertension (Stage I or higher) . Each subject was 
clinically examined for risk factors for hypertension as well . 

odds ratio (OR) of 1.73 (95% confidence interval (CI) - 1.17, 2. b4). 
?he aSha-aiducin gene remained a significant independent predictor of 
hJpertSsion in a multivariate logistic model even after correcting for 
risk factors for hypertension, including gender, age, body 

fasfinSIx TmTsil^inl', LOL f ol-f^^' .^^g^^f ' ^^^Jf ^hSugh 
(Na) and urine potassium K , (OR = 1.55, 95% CI - 1 . UJ, / . J4 j . xniouy 
the (:se of regression trees, several gene-by-environment interactions 
were implicated, suggesting that alpha-adducin appears to be a 
particularly important risk factor (OR =4.2) for older (age > 60 5 
?ears) less lean (BMI < 25.8 kg/m2) subjects with moderately high 
S!q&erldes (between 145.5 and 218.5 mg/dL) . In the black group, the 

reiltionsiip was less clear. Overall, it ^l-^^^^llZoTiTv .lleles 
hvoertension. The prevalence of genotypes with one or more Trp alleles 
was 24% aiong normotensive versus 11% in hypertensive black subjects 
^^ndomly s^Jected from the population, and 13% among multiply affected 
hypertensive sibships, resulting in an OR of 0 48 (P - -J"!^ 95. CI 
n OR n Qfii Hnwpver the Trp genotype was no longer a significant 
independent -pSSo; of hyperLnsiJn risk in the multivariate logistic 
inaepenaent y j:^ 1.67), suggesting that it may be 

ZTrlXl ^hrPu h on^ or moJe'of thesi othi ^actors^ Thus we conclude 
that the alpha-adducin gene is a significant, independent ^^^^ 
hypertension in whites, but not in blacks, and may play ^ particularly 
iJ^ortant role for subjects with certain constellations of other risk 
factors . 

4/7/41 (Item 41 from file: 5) 

DIALOG (R) File 5:Biosis Previews (R) 
(c) 2002 BIOSIS. All rts. reserv. 

12485764 BIOSIS NO. : 200000239266 

Genetic approaches to the study of replicative senescence. 

nnTHOR • Rp5n Oitao; Pereira-Smith Olivia M(a) , 

AS?SSR-ADmESS: U)Roy M. and Phyllis Gough ^vJof SIza 

Baylor College of Medicine, Huffington Center on Aging, 1 Baylor Plaza, 
Room N803, Houston, TX, 77030-*USA ^ , . .000 

JOURNAL: Experimental Gerontology 35 (1) :p7-13 Feb., ^uuu 

ISSN: 0531-5565 

DOCUMENT TYPE: Literature Review 
RECORD TYPE: Abstract 
LANGUAGE: English 



SUMMARY LANGUAGE: English 

tltllVZl I MORF 4 It is a member of a family of genes 
of replicative cell senescence. 



4/7/52 (Item 52 from file: 5) 
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12037464 BIOSIS NO.: 199900317983 
Genetics of Parkinson's disease. . , 



JOURNAL 
ISSN: 0753-3322 

DOCUMENT TYPE: Literature Review 
RECORD TYPE: Abstract 
LANGUAGE: English 
SUMMARY LANGUAGE: English 



T ■; 1 P^-rkinqnn's disease from clinical, as 
TiRciTRArT' Here we review familial FarKinson (axo^ao^ -ui^ -f^v 

^Ten 1; morecular genetic aspects To ^^t^' J-^/^JP^^r'^'^ 
familial Parkinson's disease have been identified i^ the 

?S ^ode ""„h«lfa„« of tL for.« 1, autoso.,1 <i<=»>i"a„t and cl.n.cal 

oroaression is faster (average disease duration approximately nine 
lelTsT latter form is transmitted as an autosomal recessive, and 

clinical features consist of early onset (m their 20s) disease 
?eiodopa-responsive parkinsonism, and a slow progression of the disease. 

loci: one is in the short arm of chromosome 2, the two other torms 

are in the different loci of the short arm of chromosome 

A \l^ of them are transmitted as autosomal dominant traits 

manifes?ing !evXa responsive parkinsonism. There still exists however, 

E u 

of more common sporadic form of Parkinson's disease. 



4/7/57 (Item 57 from file: 5) 
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Watanabe Arata; Monoh Katsumi; Higashi Koichiro, Ito beiKi, ug 

SoSsS?' ,a?Sp! Z".. A.ita Oniv. S=^. «ad., Hondo 1-1-1, A.ita 

JoSRS^fH^'^'oenotlcs 103 ,„ ..pOO-474 Oct . . 1958 

ISSN: 0340-6717 
DOCUMENT TYPE: Article 
RECORD TYPE: Abstract 
LANGUAGE: English 



ABSTRACT- Wolfram syndrome (MIM 222300) is characterized by jf enile-onset 
""'dlSetes meLitus'and optic atrophy. P-^i-^J^f Jf, TenJT^^l^^ 
United States and UK families have indicated that the gene for worrram 

loss (odds ratio =35.68, 95% confidence interval =4.12-308.95) ana 
health riak oflSnea, In'carriers, other than for psyohiatrro drseaaa. 



4/7/58 (Item 58 from file: 5) 
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11729982 BIOSIS NO.: 199800511713 
Genetics of psoriasis. 

f„?rR^/DORls3".Ijo:p"Det„,tol., Univ. Klal, Schlttenhaln.att.ss. 1. 
.ommL°«Si;:forSL„atolo,lo.l Research 290 ,9, .p.63-.16 Sept . , 1998 
ISSN: 0340-3696 

DOCUMENT TYPE: Literature Review 
RECORD TYPE: Abstract 
LANGUAGE: English 

ABSTRACT- Non-pustular psoriasis consists of two disease subtypes, type I 
anf type I?, which demonstrate distinct characteristics Firstly the 
dJsea^e presents in different decades of life, in type I before the 
aie of 40 years and later in type II. Secondly, contrasting 
??equencies of HLA alleles are found: type I patients express 

?ypo f bi? 11" in type II psoriasis. The study of =ohco„ita„t diseases rn 
ps??iasis contributes to deciphering the -i"'^"" °^ developed 

rsrria?i^rtL'„'!fiLiri^"?hTr^ess-rty^re»:.^f^: s::^:Lsed 

LSfc^^rSl^S™^^^^^^^^^ 

mechanisms, such as the Koebner phenomenon, stress and the intake of 



rertain druqs . Twin studies have shown that environmental factors 
cS"bu?e ?o the onset of the disease. In type I psoriasis, special 

extended haplotypes such as EH57 . 1 

?n^^;pd Disease susceptibility genes are thought to be present on 
located. Disease susceptiui ^ ^ Moreover, on chromosome Iq, genes 

chromosomes 4q, 6p, 16q, 17q and "r^P jinkaae to 
requlating epidermal differentiation have been identified Linkage to 
^his area has been proposed. Furthermore, psoriasis gene locx on 
chromosomes 2, 8 and 20 have been suggested. 



f^ncc^ioiQ r<:.nninp Article# : 192RP Number of References: 35 
;itllf i new iccus aitLomal dominant Stargardt-like disease maps 

Autho;(:rKni:::vt M (REPRINT) ; Chiang MF; Morgan B; Anduze AL; Zack DJ; 

CoroSrate'soSJce-^'uNIV COLORADO, HOWARD HUGHES MED INST, DEPT MOL CELLULAR & 
OFV Bior cl^PUS BOX 347/BoGlDER//CO/80309 (REPRINT); WILMER EYE 
St!dEPT 0?!;fHALM0L/BAL;iM0RE//MD/; ^O^S HOPKINS UNIV SCH MED DEPT 
MOL BIOL & GENET/BALTIMORE//MD/21205; JOHNS HOPKINS UNIV, SCH MED, DEPT 
NEUROSCI/BALTIMORE//MD/21205; ISL MED CTR, /ST CROIX//VI/ 

Journal: AMERICAN JOURNAL OF HUMAN GENETICS, 1999, V64, N5 (MAY), P 
1394-1399 

TQ^N- 0002-9297 Publication date: 19990500 

Publisher: UNIV CHICAGO PRESS, 5720 SOUTH WOODLAWN AVE, CHICAGO, IL 
60637-1603 

Tananaae- Enalish Document Type: ARTICLE 

Sac?; Srgardt disease (STGD) is the most common h^^^^tary macular 
dystrophy and is characterized by decreased central vision atrophy of 
S maSla and underlying retinal-pigment epithelium and f-J^^nt 
presence of prominent flecks in the posterior pole of the retina. STGD 
fs most commonly inherited as an autosomal — /-^^-f,;^^,^"^ 
families have been described in which features of the disease are 
transmitted in an autosomal dominant manner. A recessive locus 
has been identified on chromosome Ip (STGDl) , and dominant locx 
have been mapped to both chromosome 13q (STGD2) and chromosome 6q 
7s?GD3) In ?his study we describe a kindred with an autosomal dominant 
S?lrgardt-Uk2 phenotype . A genomewide search demonstrated linkage to a 
locus on chromosome 4p, with a maximum LOD scare of 5-12 at a 
iecombination fraction of .00, for marker D4S403. ^"^^1^^^^ f ^2-cM 
extended haplotypes localized the disease gene to an similar to 12 cM 
interval be?weef loci D4S1582 and D4S2397. Therefore, this 
kindred establishes a new dominant Stargardt-like locus, STGD4 . 



4/7/126 (Item 29 from file: 34) 

DIALOG (R) File 34 : SciSearch (R) Cited Ref Sci 
(c) 2002 Inst for Sci Info. All rts. reserv. 

mmQR/i/i ronninp Article*: FU901 Number of References: 22 

; 21! GENE?iC-ASlL?Ss'iF*iNDEFINITE DIVISION IN HUMAN-CELLS - EVIDENCE 

TOR A CELL SENESCENCE-RELATED GENE(S) ON HUMAN CHROMOSOME-4 
Author (s) : NING Y; WEBER JL; KILLARY AM; LEDBETTER DH; SMITH JR; 

Coroor™ource-°BAYLOR UNIV, INST MOLEC GENET, DEPT CELL BIOL,DEPT MED, DIV 
^Mofs? V?ROL/HOUSTON//TX/77030; UNIV TEXAS, MD ANDERSON CANC CTR, DIV LAB 
S/SoUS?Sn//?x/77030; MARSHfIeLD MED RES FDN/MARSHFIELD//WI/5444 9; 
Bm(Sr uS?V,INST MOLEC GENET, DEPT CELL BIOL, DEPT MED, DIV MOLEC 

JournarpSI^Ncf O^™^ NATIONAL ACADEMY OF SCIENCES OF THE UNITED 

STATES OF AMERICA, 1991, V88, N13, P5635-5639 
Language: ENGLISH Document Type: ARTICLE 

Abstract- Earlier studies had demonstrated that fusion of normal with 

I^ortS iiman cells yielded hybrids having limited ^i-sion potential. 
This indicated that the phenotype of limited proliferation (cellular 
senescencef ?s dominant and that immortal cells result from recessive 
Changes in normal growth-regulatory genes. In additional studies, we 
exploited the fact that the immortal phenotype is recessive and, by 
losing various immortal human cell lines with each other, identified 
four implementation groups for indefinite division. Assignment of cell 
lines to specific groups allowed us to take a focused approach to 
iSenJify the chromosomes and genes involved in growth regulation that 
iave been modified in immortal cells. We report here that introduction 
of a normal human chromosome 4 into three immortal cell 



lines (HeLa, J82, T98G) assigned to complementation group B resulted m 
loss of proliferation and reversal of the immortal phenotype. No effect 
on the proliferation potential of cell lines representative of the 
other complementation groups was observed. This result suggests that a 
gene(s) involved in cellular senescence and normal growth regulation 
resides on chromosome 4. 

4/7/145 (Item 11 from file: 73) 

DIALOG (R) File 73:EMBASE 

(c) 2002 Elsevier Science B.V. All rts. reserv. 

10532266 EMBASE No: 1999417025 

Assessing linkage of monoamine oxidase B in a genome-wide scan using a 
univariate variance components approach 

Barnholtz J.S.; De Andrade M.; Page G.P.; King T.M.; Peterson L.E., Amos 

C.I. 

'or J S Barnholtz, MD Anderson Cancer Center, Department of _ 
Epidemiology, Box 189, 1515 Holcombe Blvd., Houston, TX 77030 United 
States 

Genetic Epidemiology ( GENET. EPIDEMIOL. ) (United States) 1999, 

17/SUPPL. 1 (S49-S54) 

CODEN: GENYE ISSN: 0741-0395 

DOCUMENT TYPE: Journal; Conference Paper 

LANGUAGE: ENGLISH SUMMARY LANGUAGE: ENGLISH 
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We report results when one alcoholism related quantitative trait, 
monoamine oxidase B (MAOB) , is analyzed by the variance components approach 
for linkage [Amos, 1994; Amos et al., 1996] using the Collaborative Study 
on the Genetics of Alcoholism data set provided for the Genetic Analysis 
Workshop 11. We used two different covariate models, one with age at 
interview, sex, ethnicity, and smoking status and the other with age 
at interview, sex, and ethnicity. The univariate analysis showed 24 markers 
on four different chromosomes (1, 4, 9, and 12) to have evidence for 
linkage with the quantitative trait (single-point and multipoint linkage) . 
However, when outliers for MAOB were removed, the significant evidence for 
linkage disappeared. 
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A consanguineous family affected by an autosomal recessive, progressive 
neurodegenerative Huntington-like disorder, was tested to rule out 
iuvenile-onset Huntington disease (JHD) . The disease manifests at 
approximately 3-4 years and is characterized by both pyramidal and 
extrapyramidal abnormalities, including chorea, dystonia, ataxia, gait 
instability, spasticity, seizures, mutism, and intellectual impairment. 
Brain magnetic resonance imaging (MRI) findings include progressive frontal 
cortical atrophy and bilateral caudate atrophy. Huntington CAG 
trinucleotide-repeat analyses ruled out JHD, since all affected individuals 
had repeat numbers within the normal range. The presence of only four 



